and coarse facies. Radiographs show generalized platyspondyly with double-humped end plates, irregularly ossifi ed femoral heads, a hypoplastic odontoid, and a lacelike appearance of iliac crests that are pathognomonic and distinctive of DMC syndrome. [2] This phenotype is similar to Morquio syndrome (mucopolysaccharidosis [MPS] type IV), but the absence of corneal clouding, the mucopolysacchariduria, and the characteristic radiological fi ndings differentiate this syndrome from MPS IV and DMC. A defi nite diagnosis is possible by electrophoresis of glycosaminoglycans (GAGs) in the urine and the radiographic fi ndings. Mutations in the Dymeclin gene (DYM) on chromosome 18q12.1 are responsible for DMC. [3] Smith-McCort dysplasia (OMIM: 607326), a rare variant of DMC syndrome without MR, was shown to be allelic to DMC syndrome. [4] The DYM gene is composed of 17 exons, encoded for the Dymeclin protein, which is widely expressed in brain, cartilage, and bone. [5] Dymeclin is a novel peripheral membrane protein that shuttles rapidly between the cytosol and mature Golgi membranes and have an important role in cellular traffi cking. [6] We report here a three-yearold Moroccan boy with typical features of DMC. The molecular studies showed the recurrent homozygous mutation at c.1878delA of DYM gene, previously reported in Moroccan patients.
Case Report
The patient is a 3-year-old male, second child of alleles, that means 54% of all Moroccan DYM mutations reported. [5, 7] Patients carrying this mutation have classical features of DMC. Our patient had microcephaly, short trunk dwarfi sm, mental retardation, and coarse facies. in Moroccan population. [8] Other Moroccan mutations were reported: IVS 10 1125+1G>T, 610C>T, 1447C>T, and 656T>G. [5, 7] Other mutations were reported in DMC patients as substitutions, frameshift mutations, and complex genomic rearrangements which, when expressed, result in exon duplication or repetition. [9] We can propose for Moroccan DMC patients to search 
